Cases
Malignant Melanoma: Regression of Metastases after Excision of Primary Growth N E Stidolph BM FRCS (Whittington Hospital, London) R P, male, aged 23. Cutter and designer History: First seen 4.1.62. Four months previously a 'spot' appeared on his left breast which he squeezed. The lump slowly increased in size, and a further tender swelling developed in the left axilla ten weeks later. He was given an antibiotic by his own doctor and shortly after this a 'rash' appeared over the left breast, axilla and scapula regions. On holiday the patient saw a doctor who said the 'rash' was due to the antibiotic and prescribed Anthisan.
On examination: Red-haired man. On the left breast 6 cm lateral and slightly above the nipple was a lesion 4 cm in diameter with surrounding skin black and indurated, the whole lesion fixed to the underlying tissues. The breast, axilla and scapula region were studded with small red papillary lesions and a large fixed node 3 cm in diameter was present in the left axilla.
A diagnosis of malignant melanoma was made.
Operation (8.1.62): Growth excised; skin nodules 5 cm from primary growth also excised for biopsy. The pathological report showed these to be nonpigmented melanomata primary and secondary.
Progress: By 18.1.62 the axillary node was much reduced in size and the satellite nodules were barely perceptible. On 25.1.62 he was referred for radiotherapy, and by 8.2.62 the whole area was cleared and the wound well healed. When last seen on 16.9.65 he was fit and had no evidence of recurrence anywhere.
Mr H H G Eastcott said it was possible for melanomatous deposits to undergo spontaneous regression without any doubt, as in one elderly woman with massive inguinal and deep iliac node metastasis, confirmed by exploration and biopsy, which the late Sir Gordon Gordon-Taylor and he had followed; the case had been thought unsuitable for hind-quarter amputation and no further active treatment had been given. Over the next twelve months the deposits had steadily regressed and eventually became almost impalpable, though there had remained some lympherdema of the groin and of the limb which might have obscured them. About two and a half years later she had returned with a large mass in the opposite flank, and not long afterwards had died, most probably of melanomatous deposits, though no post-mortem examination could be obtained.
Mr George Q vist (President) recalled the case of a man aged 19 who had a mole removed from the skin of the back of the chest and who, three years later, developed secondary lymph nodes in the left axilla and in the right chest wall. These two groups of nodes had been excised eighteen years ago and followed by radiotherapy; there had been no further metastasis since.
Prepyloric and Pyloric Mucosal Stenosis (Four Cases) S L Strange FRCSEd (Whittington Hospital, London)
Definition: A diaphragm, consisting of a double layer of mucosa, is present at the pylorus or less commonly in the prepyloric region. This diaphragm has an opening in it, which may be less than 2 mm in diameter. (Fig 1) . Operation (January 1964): Findingsmucosal stenosis, 2-5 cm proximal to pylorus with aperture of 5 mm diameter (Fig 2) ; no ulcer seen. Procedurelow Billroth I partial gastrectomy. Comment: Hxematemesis probably from gastric ulcer, secondary to prepyloric mucosal stenosis.
Case 2 Prepyloric Mucosal Stenosis Mrs D M, aged 54
History: For the previous month had epigastric pain followed by vomiting of food. Weight loss 11 lb. Barium meal: Appearances were those ofa pyloroduodenal ulcer causing early pyloric stenosis. Operation: Findingsmucosal stenosis, 1-5 cm proximal to the pylorus, with an aperture of 3 mm diameter eccentrically placed near the lesser curve; no evidence of an ulcer. Procedurelow Billroth I partial gastrectomy. Comment: Laparotomy for pyloric stenosis due to an apparent ulcer disclosed prepyloric mucosal stenosis. Very short history.
Case 3 Pyloric Mucosal Stenosis
Mrs E D, aged 62 History: Intermittent vomiting of food for nine years, occurring at least once every three days. No pain. Weight loss 40 lb. Barium meal: Delayed emptying of stomach. No evidence of ulcer. Operation: Findingspyloric mucosal stenosis; there was ulceration around the opening, which was 3 mm in diameter. Procedure -Billroth I partial gastrectomy. Comment: Laparotomy for pyloric stenosis disclosed pyloric mucosal stenosis, which had been considered a possibility.
Case 4 Pyloric Mucosal Stenosis
Mrs J C, aged 47 History: For five years had attacks of abdominal pain and vomiting of food. Not symptom free for more than two months at a time. Vomiting diminished by keeping on fluid diet. Weight loss 7 lb. Barium meal: Gastric ulcer. Excess resting fluid. Operation: Findingsgastric ulcer; pyloric mucosal stenosis with aperture less than 2 mm diameter. Procedure -Billroth I partial gastrectomy. Comment: Surgical treatment of the secondary gastric ulcer disclosed the presence of pyloric mucosal stenosis.
Discussion
Diagnosis: Pyloric mucosal stenosis should be considered when the symptoms suggest pyloric obstruction and there is not much abnormality apparent on barium meal examination except residual fluid in the stomach. At operation the pyloric region, seen from the outside, looks quite normal without any scarring. The diaphragm, being only a mucosal fold, may not be palpable until the stomach is opened and the index finger inserted. The normal pyloric opening allows the passage of an index finger (Rhind 1959) . ,tiology: It has been assumed by various authors that the condition must be congenital as cases of pyloric atresia have been described. Only 3 of 15 cases seen in this hospital in the last nine years have been in patients under the age of 50 and this late onset of symptoms seems against a congenital origin. Desmond & Swynnerton (1957) thought the condition must be inflammatory, possibly from an acute pyloric or duodenal ulcer. Rhind (1959) is of the opinion that the diaphragms are due to the healing of linear ulcers, which produce scarring and contraction. This seems the probable cause and it is supported by the presence in some cases of ulceration at the margin of the aperture and in others by the histological finding of submucosal fibrosis in that situation. Mr Maurice Lee said that similar cases had been described by Rhind (1959, Brit. J. Surg. 46, 534) under the title 'mucosal stenosis of the pylorus' and by Conway (1965, Brit. med. J. i, 970) as 'pyloric antral mucosal diaphragm'. These latter cases and Mr Strange's cases were all the same condition, namely the 'pyloric channel syndrome'. Mr Lee had been aware of that condition for many years; if the surgeon was not aware of it he could miss cases in diagnosis and during operations.
The syndrome presented clinically as a longstanding history of bouts of vomiting or recurrent attacks of epigastric pain and, in many cases, of loss of weight, the case often resembling one of carcinoma of the stomach. In Mr Lee's experience, the pyloric channel syndrome was more frequent in women than in men. Such patients often existed on a fluid and slop diet.
The pathology was easy to understand. It was a condition in which the pyloric sphincter was narrowed from pyloric spasm or, as shown by Mr Strange's cases, pyloric fibrosis due in the first place to duodenal ulceration or duodenitis. It was a defensive reflex mechanism commencing with the pyloric spasm trying to protect the sensitive duodenal mucosa from the irritating gastric juices. In this way the duodenal ulceration or duodenitis was allowed to heal, resulting in pyloric fibrosis and narrowing of the stomach outlet.
Mr Lee had often been asked if the condition of duodenitis did exist and if he had ever seen a case. He could state, most emphatically, that such an entity did exist; he had often observed it when the pyloric canal and duodenum had been opened during pyloroplasty. Indeed, he would go so far as to say that all duodenal ulcers began as a localized area of duodenitis; in one recent case he had observed an area of granular inflammation in the posterior wall of the duodenum, in the middle of which had been a very small duodenal ulcer, about 0 5 cm in diameter. This had shown the two conditions present at the same time, namely duodenitis and the commencement of a duodenal ulcer.
The pathology of the pyloric channel syndrome could be presented in the following stages: Stage I, high acid leading to duodenitis. Stage II, duodenal ulceration (superficial). Stage III, reflex pylorospasm (protective). Stage IV, pylorospasm leading to hypertrophy and fibrosis of pyloric muscle; duodenum protected and duodenal ulceration or duodenitis healed (pyloric channel syndrome produced). Stage V, gastric retention leading to gastric ulcer.
When operating on these cases (and often the radiologist's report was 'pyloric obstruction ?carcinoma') the surgeon, on opening the abdomen, observed that the pylorus and duodenum appeared normal from outside. If at this stage he made a small opening in the prepyloric part of the stomach and introduced his forefinger towards the pyloric sphincter the diagnosis could easily be made. The pyloric sphincter felt like a tight ring, and the forefinger could not easily go into the duodenum. The opening might be so narrow as to measure only 1 cm across or less. In other cases the opening was eccentric, and the first impression was that there was a diaphragm or septum right across the pylorus. If the surgeon felt this diaphragm carefully, he could also feel the opening; though this was usually central it was occasionally high up towards the upper wall of the pyloric opening.
The treatment of the pyloric channel syndrome was to prolong the opening already made in the pyloric portion of the stomach into the first part of the duodenum, dividing the pyloric sphincter at the same time. Then a pyloroplasty was carried out, combined with a selective vagotomy. Following that operation the patient rapidly put on weight. It was remarkable to see how completely the personalities of these patients had changed after some months; from being miserable creatures, living on slops and milk, they became robust and able to enjoy life once more.
Professor Harold Ellis said it was interesting that the stomach in these long-standing obstructions did not seem to become as dilated and thickened as in chronic duodenal ulceration.
Mr Norman C Tanner said he was not sure that one could really call this a common condition. He saw not more than 4 or 5 cases a year. On some occasions it was only found when the specimen was examined after a gastrectomy for gastric ulcer and might not have been suspected before operation. It might be associated with pyloric muscle hypertrophy, or with gastric ulcer. He agreed with Mr Strange that the most likely cause of this condition was fibrosis secondary to peptic ulceration, for the stenosis was at times eccentric and one might even get a suspicion of fold radiation from one part of the narrowed area. The association with a gastric ulcer might not necessarily mean that the ulcer had appeared secondarily to the mucosal stenosis. It might well be that the patient had had two ulcers, one in the stomach, one in the pylorus, the pyloric one having stenosed and the gastric one having persisted. He agreed with Professor Ellis that one did not see as much muscular hypertrophy and chronic gastric dilatation as was seen with a smaller degree ofnarrowing from duodenal ulceration.
With regard to treatment, although he had used simple pyloroplasty for the condition, it was usually regarded as a manifestation of ulcer disease and was dealt with by a low Billroth I partial gastrectomy. Mr Tanner did not use vagotomy and pyloroplasty for the condition as he did not think that this combination had been proved to be a satisfactory method ofdealing with gastric ulcer.
